SUMMARY In an immunohistochemical study of 26 biopsies from 24 patients with Hodgkin's disease a granular staining pattern for alpha-l-antitrypsin (ct,AT) and alpha-l-antichymotrypsin (a,ACT) was seen in Reed-Sternberg (RS) 
cytic'2 and lymphocytic origin. 34 The presence of non-specific esterase and acid phosphatase favours a histiocytic origin5 6 although staining for peroxidase, lysozyme and with antimacrophage serum has proved negative.6 7 The establishment of cell lines with macrophage-like features from Hodgkin's tissue8 9 and the demonstration that in vitro RS cells have phagocytic potential'0 suggests that these cells have more in common with macrophages than lymphocytes. More specifically a dendritic pattern seen with Marshall's metalophil stain has been interpreted as showing identity with dendritic reticulum cells." Accepted for publication 2 July 1981 Attention has focused on the identification of surface and cytoplasmic IgG on RS cells12-16 taken by some as indicative of a derivation from B lymphocytes.7 However, since this IgG is associated with both light chains within individual cells it seems more likely that rather than having been synthesised it has been acquired from an exogenous source.10 17 Ultrastructural studies have not confirmed this however, since electron microscope immunoperoxidase preparations have shown a cytoplasmic granular product not related to endocytic structures. This distribution has been interpreted as indicating both specific ribosomal synthesis18 19 and nonspecific leakage into the cell.'7 Other serum proteins have been found in RS cells but less commonly than IgG [15] [16] [17] In (Fig. 3) (Table) . The staining in these cells was localised as an accumulation of granules adjacent to the nucleus or tucked into a nuclear indentation (Fig. 5 ). This pattern of staining was also seen in reactive histiocytes and in normal peripheral blood monocytes (Fig. 6) Poppema et al17 reported that albumin and cx,AT were present in the same cells that contained IgG. In this study these proteins were found less frequently than IgG and their staining pattern differed in being non-granular and concentrated at the margin of the cell which usually showed morphological signs of degeneration. Together with the observation that the extent of staining for these proteins correlated with their molecular size it is suggested that they are passively acquired by dead or dying cells perhaps as a consequence of membrane damage. It is significant that viable RS cells in vitro do not contain albumin or fibrinogen.1I In all but three cases J chain was not present in RS cells. This polypeptide is associated with extra- 
